Biological invasions, resulting from deliberate and unintentional species transfers of insects, fungal and oomycete organisms, are a major consequence of globalization and pose a significant threat to biodiversity. Limiting damage by non-indigenous forest pathogens requires an understanding of their current and potential distributions, factors affecting disease spread, and development of appropriate management measures. In this review, we synthesize innate characteristics of invading organisms (notably mating system, reproduction type, and dispersal mechanisms) and key factors of the host population (namely host diversity, host connectivity, and host susceptibility) that govern spread and impact of invasive forest pathogens at various scales post-introduction and establishment. We examine spread dynamics for well-known invasive forest pathogens, Hymenoscyphus fraxineus (T. Kowalski) Baral, Queloz, Hosoya, comb. nov., causing ash dieback in Europe, and Cryphonectria parasitica, (Murr.) Barr, causing chestnut blight in both North America and Europe, illustrating the importance of host variability (diversity, connectivity, susceptibility) in their invasion success. While alien pathogen entry has proven difficult to control, and new biological introductions are indeed inevitable, elucidating the key processes underlying host variability is crucial for scientists and managers aimed at developing effective strategies to prevent future movement of organisms and preserve intact ecosystems.
Introduction
Increased connectivity and globalization have greatly accelerated the frequency and magnitude of biological invasions around the globe by facilitating the long-distance movement of species into regions outside their historical distribution range. The current rate of non-indigenous species movement, resulting from human mediated intervention, is unprecedented [1] , and has been the main accelerator driving the increase in novel encounters between host plants and pathogens, and the probability of invasive species emergence [2] . Biosecurity policies adopted by most countries for preventing new introductions (e.g., inspections at ports of entry, phytosanitary certification) can have positive effects, but, unless efforts are further strengthened and better coordinated internationally, biological invasions will inevitably continue [3] .
Recent reviews have highlighted the escalating rate of exotic pathogen species introductions affecting forest trees in North America and Europe [4] [5] [6] , mainly as a result of changes in trade practices surrounding the global movement of live plants and plant materials [7, 8] . In some cases, alien forest pathogens (i.e., those that are nonnative, introduced from distant countries) have caused large-scale transformations of native ecosystems and changed the ecological dynamics through local and regional extinction of native host species. For example, the host-specialist pathogen Cryphonectria parasitica, the causal agent of chestnut blight, has dramatically reduced populations of Castanea dentata (Marsh.) Borkh. in North America where it had a defined role as a keystone species in ecosystem structure and function [9] . Generalist pathogens are thought to be better invaders than specialists due to their non-selective ability of seeking out new hosts in a new environment. For example, the oomycete plant pathogen Phytophthora ramorum (Werres, De Cock & Man in't Veld), has a broad host range affecting both natural (forests) and semi-natural (urban green area) environments and hardy nursery stock. In western USA, P. ramorum has largely influenced the California oak woodlands landscape through diffuse impacts on a large number of host species [10, 11] , causing lethal stem infections on 'canker hosts' (mainly Notholithocarpus densiflorus (Hook. & Arn.) Manos, Cannon & S.H. Oh and Quercus spp.), and non-lethal foliar infections on 'foliar hosts' (e.g., Umbellularia californica (Hook. & Arn.) Nutt.).
In the strictest sense, 'spread' (also synonymous with the terms 'dissemination' and 'dispersal') refers to the movement of individuals either through random diffusion or directed dispersal such that they expand beyond the frontier of their geographic range [12] . The expansion phase is generally described by the change in range distance as a function of time [13] . Pathogens become 'invasive' when they acquire a competitive advantage in a new area following the disappearance of natural obstacles to their proliferation including native antagonists, and successfully adapt to new conditions [14] . Most experimental studies (including modeling) on the spread of invasive pathogens focus on agricultural systems, humans, and animals. Given the importance of invasive pathogens currently causing global threats to biodiversity, a deeper understanding of spread mechanisms and dynamics of spread can improve the ability to predict and manage impacts of biological invasions affecting forests and urban landscapes. Though several recent reviews of invasive forest pathogens have highlighted human activity and international trade as major determinants of invasiveness [5, 6] , surprisingly few have focused specifically on factors driving disease spread of invasive pathogens across various scales from a local stand level to a broader landscape level.
The goal of this review is to discuss mechanisms underlying the invasion process for alien pathogens and disease spread, post-introduction and establishment. We present a framework for local, regional, and continental-scale factors governing the spread and impact of invasive forest pathogens. Specifically, we recapitulate characteristics and modes of pathogen reproduction, pathogen dispersal, and parasitic specialization, in relation to spread and epidemiology. We provide an overview of the main factors affecting variability in disease spread: host diversity, host connectivity, and host susceptibility and use one historical and one recent example of invasive pathogens that have significantly impacted forests to illustrate their invasion success and spread dynamics in that context. Finally, we discuss the way-forward in which a deeper understanding of the factors promoting disease spread across local and continental scales can help address the global ecological and societal challenges of managing novel disease epidemics.
Novel Environments, Novel Hosts
Biological invasions are a special type of range expansion [15] that can be defined by a series of discrete, consecutive phases which include: 'Arrival'-single or multiple arrivals of a nonindigenous species at one or more points of entry into a new locale/environment, and 'Establishment'-whereby arriving populations start to reproduce in situ, surpassing barriers of initial extinction (geographic, environment, reproductive, antagonists) [16] [17] [18] .
After arrival and initial invasion of a new host ('spillover'), production of transmission stages within the new host, and subsequent establishment, invasive forest pathogens can then 'Spread' expanding their range of occupied territory into new hospitable areas. This ability to spread is highly dependent on environmental suitability, resource availability, and the ability to adapt and naturalize [12] . Strong filtering exists between the different phases; successful invasion is a rare event such that only a small fraction of alien species survive to pass through and establish themselves in a novel environment. Both host availability (as a suitable ecological niche) and environmental conditions (extremes of temperature, moisture, and UV radiation) in the new location place strong limitations on a pathogen's survival, its ability to reproduce and disperse, and subsequently spread [19, 20] . These factors act as a strong selection filter leading to rapid adaptation to new environmental conditions and rapid evolution and exploitation of novel hosts [20] . Understanding novel forest pathogen introductions and the factors driving invasion success requires a deeper understanding of the invasion sequence that is conditioned by local or long-distance transport mechanisms from their native habitat to a novel environment, as well as environmental conditions and ecological factors determining an organism's survival and reproducibility, and any population and community effects affecting their dynamics across a range of spatial and temporal scales (see Figure 1 ). (extremes of temperature, moisture, and UV radiation) in the new location place strong limitations on a pathogen's survival, its ability to reproduce and disperse, and subsequently spread [19, 20] . These factors act as a strong selection filter leading to rapid adaptation to new environmental conditions and rapid evolution and exploitation of novel hosts [20] . Understanding novel forest pathogen introductions and the factors driving invasion success requires a deeper understanding of the invasion sequence that is conditioned by local or long-distance transport mechanisms from their native habitat to a novel environment, as well as environmental conditions and ecological factors determining an organism's survival and reproducibility, and any population and community effects affecting their dynamics across a range of spatial and temporal scales (see Figure 1 ). Figure 1 . Local, regional, and continental-scale factors governing the spread and impact of invasive forest pathogens post-introduction and establishment are affected by three main factors: host diversity, host connectivity, and host susceptibility. Following arrival and establishment, invasiveness is inherently affected by organismal traits (mating system, reproduction type, and dispersal mechanisms). Host diversity is mainly affected by plant species richness (density/composition) creating a dilution effect of pathogen impacts on the ecosystem. Non-hosts, competent hosts, and less competent hosts will have variable effects on their ability to intercept inoculum and subsequently reduce pathogen spread. Host connectivity is largely influenced by the distribution of available host species; more or less aggregated. Spatial heterogeneity of hosts becomes important for vector-induced pathogens. Variations in landscape structure (topography, natural geographic/environmental barriers, forest fragmentation) will largely influence spread dynamics on the landscape level. Host susceptibility to invasive pathogens is influenced by physical traits (size, age, morphology), the random presence of other (potentially antagonistic) organisms, environmental and site factors, and host genetic background. Intraspecific genetic diversity (mixtures of host genotypes) offers the best insurance against invasive pathogens through a dilution effect on inoculum production/deposition and the likelihood that some hosts will possess effective mechanisms to resist or minimize damage caused by invasives. Evolutionary and environmental factors, as well as continuous pressures caused by human activity will influence spread dynamics over time. Understanding how host variability is affected by host diversity, connectivity, and susceptibility will improve our ability to predict disease spread on the landscape and potential consequences to ecosystem services. Figure 1 . Local, regional, and continental-scale factors governing the spread and impact of invasive forest pathogens post-introduction and establishment are affected by three main factors: host diversity, host connectivity, and host susceptibility. Following arrival and establishment, invasiveness is inherently affected by organismal traits (mating system, reproduction type, and dispersal mechanisms). Host diversity is mainly affected by plant species richness (density/composition) creating a dilution effect of pathogen impacts on the ecosystem. Non-hosts, competent hosts, and less competent hosts will have variable effects on their ability to intercept inoculum and subsequently reduce pathogen spread. Host connectivity is largely influenced by the distribution of available host species; more or less aggregated. Spatial heterogeneity of hosts becomes important for vector-induced pathogens. Variations in landscape structure (topography, natural geographic/environmental barriers, forest fragmentation) will largely influence spread dynamics on the landscape level. Host susceptibility to invasive pathogens is influenced by physical traits (size, age, morphology), the random presence of other (potentially antagonistic) organisms, environmental and site factors, and host genetic background. Intraspecific genetic diversity (mixtures of host genotypes) offers the best insurance against invasive pathogens through a dilution effect on inoculum production/deposition and the likelihood that some hosts will possess effective mechanisms to resist or minimize damage caused by invasives. Evolutionary and environmental factors, as well as continuous pressures caused by human activity will influence spread dynamics over time. Understanding how host variability is affected by host diversity, connectivity, and susceptibility will improve our ability to predict disease spread on the landscape and potential consequences to ecosystem services.
The most accurate records documenting the spread of forest pathogens can be derived from field mapping of invasion fronts over successive years from a defined geographic area, or from a time series of aerial photos. The kind and quality of data that is used as a measure of increasing abundance (presence/absence), the scale of mapping, and range size is important for extrapolating information about spread rates [21] . For example, ground surveys and geographic information system (GIS) mapping of Dutch elm-diseased and elm bark beetles-attacked trees on the geographically isolated island of Gotland allowed for tracking patterns of disease spread in relation to management strategies to reduce disease prevalence [22] . For many invading forest pathogens, the key to understanding dispersal is by measuring the human transport process through imported plant material via random checks in quarantine facilities from nurseries [23, 24] , or on vehicles [25] . For example, the spread of P. ramorum has been demonstrated using various approaches such as environmental niche models [26] , risk assessment maps based on host distribution [27] , landscape structure [28, 29] , multi-scale patterns of human activity [30] , and trade networks [31] . When patterns of past spread are missing, future spread may be forecasted with simulations using either a mechanistic model or extrapolations (e.g., [32, 33] ).
Pathogen Invasiveness Affected by Species Traits
Certain species traits can favor invasiveness of pathogens and their spread and subsequent impact on forest ecosystems [34] . To some extent the plasticity of pathogen traits allows for some level of pre-adaption prior to an introduction. Janzen [35] described 'ecological fitting' as the interaction of an organism with its biotic and abiotic environment in a way that indicates a shared evolutionary history, when the organismal traits relevant to the interaction actually evolved elsewhere under different environmental conditions. Ecological fitting of novel forest pathogens depends in part on the ability of certain organismal traits to be co-opted for novel functions [36] , and is largely influenced by phenotypic plasticity, correlated trait evolution, and phylogenetic conservatism [37] .
Among the most important traits affecting spread ability for invasive forest pathogens is the mating system [38] , namely for its ability to generate more virulent strains [34] and also to adapt to newly encountered host species in a new environment [20] , and the type of reproduction (e.g., polycyclic pathogens complete their lifecycle multiple times throughout the growing season). Bazin et al. [39] showed that invasion dynamics of an introduced population are largely affected by the rate of asexuality. It is generally assumed that purely asexual organisms may exhibit lower invasion success compared to other organisms with, for example, mixed mating systems due to their inability to generate new sets of meiotic progeny which can rapidly adapt to the new host and environment [40] . In addition, asexual spores are dispersed mainly over short distances or at the plant level. Several examples, however, show that clonality does not necessarily reduce invasiveness. For instance, new populations of C. parasitica in Europe are frequently founded by one or a few genotypes (e.g., [41] ). Similarly, Laurel wilt disease, which in the USA is threatening communities of native plant species in the family Lauraceae, is caused by the clonal ascomycete fungus Raffaelea lauricola T.C. Harr., Fraedrich & Aghayeva 2008 [42] .
Other important species traits include: spore shape, which affects the release, transport, and deposition of inoculum (especially for aerial pathogens), and long-distance dispersal mechanisms (e.g., mito-or meiospores mediated by wind, running water, or vectors versus rain splash only) [34] . Other traits affecting spread, but perhaps of lesser importance than sexuality, spore shape, and dispersal mechanisms, include pluricellular spores which can facilitate survival in stressful environments, and abiotic niche characteristics such as the climate in the area of origin and the pathogen's optimal temperature (as a proxy of climate-matching) [34] .
Propagative spores are produced in many different ways, in for example, sporangia or simple or complex conidiophores in or on ascocarps and basidiocarps, by budding or fusion, within pycnidia, perithecia, or other various types [43] . The number of spores produced per unit area of infected leaf tissue can be enormous, (e.g., a relatively small apothecium can produce several million spores). The duration and periodicity of sporulation is as important as the number of spores produced [44] . Some pathogens produce an almost continuous crop of propagules, while others may have sporophores that bear several successive propagules (e.g., Phytophthora spp.). This capacity to produce a steady stream of infectious propagules over a prolonged period of time is advantageous to the pathogen [43] . Following initial primary infection on a suitable susceptible host plant, pathogens may undergo secondary spread to the same or new host plant species within the same location or to new hosts in another location. The transmission of a pathogen is highly dependent on its ability to produce numerous spores or infectious propagules under favorable environmental conditions that are dispersed and then deposited in a viable condition on a susceptible host plant under conditions conductive for infection. In many cases, pathogens also possess mechanisms to survive between periods of unfavorable environmental conditions (through formation of resting structures).
In nature, organisms can move or be transferred over short and large distances. Stratified dispersal, a two-scale dispersal process of combined short-distance, continuous dispersal, and discontinuous, long-range dispersal, is a major driver of spread dynamics [45] . Where long-distance dispersal events are normally rare, but facilitated by inadvertent human transport, they can cause much greater rates of spread than that which would normally occur with short-range dispersal since populations jump well ahead of the advancing invasion front [13] . Subsequently, isolated populations become established far from the moving population front, and will grow and eventually coalesce with the source population to significantly advance the population front.
Plant pathogens typically disseminate through direct transmission and indirect (passive) transmission ( Table 1) . With direct transmission, pathogen dispersal occurs intrinsically alongside seeds (germinative) and/or other plant parts (vegetative). Indirect transmission may be autonomous, by wind, water, insect, or mammalian vectors, and human-mediated. Many pathogens are dispersed by more than one mechanism. The importance of understanding these organismal traits and how they affect spread dynamics is essential for preventative and predictive actions. For example, during Pest Risk Assessment (PRA) the likelihood of pathogen spread within an importing country or region considers such factors like the dispersal potential as it relates to the pathogen's reproductive potential (rated by the presence of multiple generations per year or growing season, and the relative number of offspring or propagules per generation), the pathogen's inherent mobility (e.g., rapid movement), and external dispersal facilitation modes (e.g., the presence of natural barriers or enemies, and dissemination enhanced by wind, water, vectors, or human assistance). Table 1 . Dispersal mechanisms of plant pathogens.
Mechanism Description

Autonomous transmission
This dispersal mechanism is characterized by continuous and persistent growth of hyphal strands that can migrate independently through the soil from plant to plant, quite characteristic of soil fungi (e.g., Armillaria spp.). Dispersal can range from a few cm to several meters per year.
Wind
Most fungal pathogens that produce spores or conidia externally on host surfaces are easily carried by wind currents (e.g., downy and powdery mildews, rust fungi). Fungal spores behave as inert particles, with terminal velocities ranging from about 0.05 to 2.5 cm per second, with the larger spores falling more rapidly than smaller ones. Turbulence redistributes spores and affects their progressive dilution with increasing distance from its source [43] . With normal wind and turbulence conditions, spores can travel large distances (from several hundred meters to kilometers)
Water
Except in the case of streams or rivers that may carry inoculum, water is usually less effective than wind for long-distance dissemination. Rain splash or splatter during heavy rains can locally distribute inoculum on or around the same or neighboring plants. Similarly, rain or irrigation water that moves either through the soil or on the soil surface can disseminate pathogen propagules. 
Vectors
Host Factors
Diversity
Most studies recognize that plant diversity can affect disease prevalence and spread through the direct effect of host density (plant species richness) on the transmission of plant pathogens and the role that plant diversity has in influencing host density through, for example, competition (e.g., [48, 49] ). Although most plant species are susceptible to infection and damage by one or more pathogens, some species or individuals may exhibit different degrees of susceptibility [50] . For example, within the genus Fraxinus, there is large variation between species in susceptibility to the ash dieback pathogen Hymenoscyphus fraxineus [51, 52] (see Section 3.1 Case studies), and large genotypic effects in susceptibility among individuals of European ash (Fraxinus excelsior L.) [53] . Similarly, R. lauricola affects several members of the laurel family (Lauraceae) in the USA though lethal damage is most prominent on only a few native hosts including red bay (Persea borbonia (L.) Spreng. sensu stricto [42, 54] ).
In ecological communities, a high diversity of plant species usually contributes to maintaining the functional integrity of the ecosystem ('insurance hypothesis'; e.g., [55] ). As different species show varying responses to a specific pathogen, a high species diversity will act as a sort of buffer, diluting the effects of the pathogen on the ecosystem ('diversity-disease hypothesis' or 'dilution hypothesis'; [56, 57] ). When pathogen transmission is density dependent or where the host range is narrow, biodiversity can alter infection prevalence through a change in the absolute abundance of important hosts and any associated vectors [58] . For example, a non-host species may reduce the probability of encountering hosts and therefore lessening opportunities for healthy susceptible individuals to become infected [56] . Similarly, in the case of an environmentally transmitted disease, added species abundance can reduce the probability that contact between individuals lead to transmission, thereby leading to the idea of encounter reduction [56, 59] . In contrast, if added species function as alternative sources of infection, or serve as a source for increased vector activity, disease prevalence may subsequently increase [56] . Thus, host biodiversity can largely influence disease spread through interspecific variability in suitable host species. At the same time, a mixture of species including non-hosts, competent hosts (i.e., with a high effectiveness of passing on infection), and less competent hosts, may intercept inoculum and also reduce the spread of a pathogen [48] .
Monocultures of host species, despite a few exceptions, are highly susceptible to epidemics of invasive pathogens because of the lack of intraspecific host diversity [49, 50] . Moreover, hosts in high quantity and density, as observed in monocultures, mean reduced distance to which inoculum must traverse to spread between plants, consequently increasing pathogen transmission [59] . This is particularly relevant for competent hosts on which the pathogen may readily produce inoculum. In humans, when transmission of a specialist pathogen is density-dependent, theory predicts a minimal density of the host population below which the pathogen becomes extinct ('crowd disease', [60] ). In mixed communities, density-dependent disease dynamics confer an advantage to uncommon species which benefit from a lower enemy pressure ('rare-species advantage'; [61] ) and may, therefore, increase in incidence. Examples where host density has affected the spread of an invasive forest pathogen include the beech bark disease involving the exotic beech scale insect Cryptococcus fagisuga Lind. and the exotic fungus Neonectria coccinea var. faginata (Pers.) Fr. in North America. Morin et al. [62] showed that about 100 years after its first detection the disease had invaded most regions where American beech (Fagus grandifolia Ehrh.) is a dominant component of stands, but not the regions where the host occurs at low densities. Noteworthy, a study conducted in northern Maine showed that the disease epidemic is also influenced by climatic conditions (e.g., winter temperatures) which affect the survival of the insect vector [63] . A host-density dependent disease dynamic was also revealed using a model by Hatala et al. [64] for the invasive white pine blister rust Cronartium ribicola J.C. Fisch in the forests of the Greater Yellowstone Ecosystem. In general, these examples among others suggest that the risk of disease is lower if the competent host for the invasive pathogen comprises a small fraction of the overall diverse host community.
The above discussed points may, however, not strictly apply to invasive pathogens infecting a wide range of host species (i.e., polyphagous or generalist pathogens). In such case, the "insurance hypothesis" can fail and hosts driving the epidemics seem to be decisive. Weste et al. [65] showed that in the major types of forest and woodland of the Grampians (Western Australia) the activity of the generalist root pathogen Phytophthora cinnamomi Rands. in certain cases resulted in important changes in species composition and community structure. The high functional diversity of the local ecosystems could not prevent the spread of this invasive oomycete. In mixed forests of coastal California, the spread of P. ramorum, the causal agent of Sudden Oak Death, is driven by foliar hosts, on which this polyphagous pathogen sporulates [66] . These so-called 'reservoir hosts' showing only cryptic or asymptomatic infections but acting as a source of inoculum for other hosts may be difficult to predict and can also play a major role in the epidemic of invasive pathogens. This, for example, is also the case for the invasive Rhododendron ponticum and P. ramorum and P. kernoviae in the UK [67] , and for non-beech hardwood hosts (e.g., Acer rubrum L.) and bark beech disease in North America [68] .
Connectivity
The spatial structure of the host population influences the spread of invasive pathogens both at the local (forest stand) and regional (landscape) scale [69, 70] . In a forest stand, the epidemic spread rates are driven by the contacts between infected and healthy hosts or between vectors and infected/healthy hosts [71] . Both types of contact strongly depend on host density, which, in mixed forests, may vary significantly. Frequently, hosts show a clumped (aggregated) distribution, with a 'patch phase' (i.e., higher than average host density) and a 'gap phase' (i.e., lower than average host density) [59] . For pathogens spreading via active vectors (e.g., insects), the spatial heterogeneity of hosts can hinder the advance of the vector and/or physically separate the pathogen from the vector and consequently limit the spread of the disease [72, 73] . Similarly, if the host heterogeneity scales at distances over which a pathogen is transmitted, a spatial variation in host density may constrain the spread of pathogens that rely on passive vectors (e.g., wind, water).
At the landscape scale, invasive pathogens generally first colonize areas with continuous forests and then, eventually, isolated (scattered) forest stands or trees (e.g., chestnut blight, see Section 3.2 Case studies). A scattered distribution of hosts does not always allow them to escape infection. For instance, although butternut (Juglans cinerea L.) in North America usually occurs as scattered individuals or in small groups in deciduous and mixed forests, it could not escape infection by the invasive canker pathogen Ophiognomonia clavigignenti-juglandacearum (N.B. Nair, Kostichka & J.E. Kuntze) Broders & Boland, which was dispersed over longer distances by beetle vectors and infected seeds [74] . Similarly, a fragmented distribution of some white pines (e.g., Pinus strobiformis Engelm.) in western North America could only retard, but not prevent their infection by the white pine blister rust fungus C. ribicola [75] . When hosts are scattered, landscape connectivity (i.e., how the landscape structure facilitates or impedes the disease spread among patches [76] ) plays an important role for disease spread. Such connectivity is strongly related to landscape structure, which, as shown by Real and Biek [77] for rabies, can present two possibilities; namely individuals aggregated over a uniform landscape or individuals assorted by the environment into different spatial locations. This second possibility most likely applies to trees whose distribution is mainly shaped by environmental features [78] . Although most studies on the influence of landscape heterogeneity on disease dynamics have focused on agricultural systems, frequently using simulation models (e.g., [76] ), in recent years the interest in how landscape features affect the spread of forest pathogens has increased considerably (landscape pathology; [70] ). Several investigations have dealt with the spread of P. ramorum in coastal California. For example, Condeso and Meentemeyer [28] showed that the effect of forest fragmentation on disease severity is scale-dependent. In another study, Ellis et al. [79] demonstrated that environmental variables were relatively more important than landscape connectivity in shaping the spatial pattern of Sudden Oak Death. Filipe et al. [29] found that host-free barriers would contain the spread of P. ramorum for a significantly long time only if combined with additional buffers (e.g., topographic conditions).
In a landscape still not completely colonized by an invasive pathogen, the connectivity may be increased by additional introductions, which also have the potential to introduce new genotypes [80, 81] , or by insect vectors that may actively or passively spread the pathogen over long distances. Fusarium circinatum Nirenberg and O'Donnell, the causal agent of pitch canker, is a potentially dangerous invasive pathogen in pine (Pinus sp.) forests in Europe. Möykkynen et al. [82] modeled the rate of spread of F. circinatum as a function of several factors, among which included host distribution and flight distance of insect vectors. Their model showed that because of the short distance at which spores are dispersed and the fragmentation of pine forests, unless there will be new introductions, the pathogen will most likely not spread to northern Europe. In a broader sense, one of the main reasons for the increasing number of invasive pathogens which are spread around the planet is the high global connectivity through transportation and trade networks [5] [6] [7] .
Susceptibility
Intraspecific variability in host susceptibility is a main source of heterogeneity controlling the trajectory of a disease epidemic [83] . The susceptibility of a host to a specific pathogen's transmission, maintenance, and proliferation is influenced by physical host traits (e.g., size, morphology), external factors (e.g., availability of nutrients, local microclimate, topography), and, of course, the genetic host background [49, 84] . Tree size, which often correlates with tree age, may show a contradictory effect on host susceptibility. Frequently, the impact of invasive pathogens is greater on larger trees, probably because of the larger contact area available for the pathogen and its vectors and/or traits correlated with age (e.g., vigor; [57, 85] ). A study by Jules et al. [25] indicated that in Oregon and California large Port Orford cedars (Chamaecyparis lawsoniana (A. Murray) Parl.) located in close proximity of streams and roads were more likely to be killed by the invasive oomycete Phytophthora lateralis Tucker & Milbrath. According to that study, high susceptibility was due to the larger root systems and the position of the trees which allowed the roots to reach the water and, thus, be a good target for waterborne zoospores. On the other hand, in Europe the impact of oak (Quercus sp.) powdery mildew caused mainly by the invasive fungus Erysiphe alphitoides Griffon & Maublanc seems to be more severe on seedlings, particularly in natural regeneration, than on adult trees [86] . Age-related susceptibility has also been documented for Ophiostoma novo-ulmi (Brasier) causing Dutch elm disease on Ulmus spp., whereby younger trees, possessing smaller diameter vessels, are generally more tolerant [87] .
Host population genetic diversity appears to play an important role in buffering populations against disease epidemics [88] . In fact, empirical observations and modeling studies indicate that in a population of a host species intraspecific genetic diversity represents the best insurance against pathogens [89] . According to Garrett and Mundt [90] , a mixture of host genotypes reduces a disease in three ways: first, the presence of less susceptible/resistant genotypes dilutes the inoculum; second, less susceptible/resistant genotypes represent a physical barrier for inoculum deposition; and third, the potential for induced host resistance is increased. Monocultures of genetically similar or identical (clones) trees are usually highly susceptible to invasive pathogens (the so-called 'monoculture effect' earlier mentioned; [91, 92] ). Numerous examples worldwide support this general assumption, including plantations of Pinus radiata D. Don in the Southern hemisphere affected by needle blight (Dothistroma septosporum (Dorog.) Morelet) [93] or Eucalyptus spp. plantations in south-east Asia which are susceptible to leaf, bud, and shoot blight caused by Teratosphaeria destructans (M.J. Wingf. & Crous) [94] . Increased host susceptibility to infectious parasites may also be due to reduced individual-level and population-level genetic heterozygosity, which may increase the occurrence of inbreeding [95, 96] .
Usually, in the initial phase of an invasive pathogen epidemic, either resistance in the host population is completely lacking or resistant host genotypes are at too low of a frequency to reduce the effects of the pathogen [97, 98] . Successively, the continued exposure to the pathogen will select for less susceptible host genotypes, which will increase in frequency. However, if the impact of an invasive pathogen is extreme with large-scale mortality within a relatively short-time frame, host resistance may never evolve due to rapid elimination of the host species. In forest trees, large differences in generation times may also be a disadvantage for developing resistance to invasive pathogens. As stated by Aegerter and Gordon [97] , for such a directional selection to be successful, young individuals in a population have to be challenged by a pathogen after the stage where the physiological mechanisms for resistance can be operative. The same authors showed that in Pinus radiata different mechanisms of resistance against Fusarium circinatum are active in seedlings and adult trees. Still, benefits deriving from a genetically diverse host population may also depend on the genetic diversity of the pathogen population [99] .
Case Studies
Following initial introduction and establishment, spread rates for alien forest pathogens are typically slower than alien insect pests due in part to dispersal mechanisms. The following two examples of invasive forest pathogens serve to illustrate their spread post-introduction and establishment and their effects on local ecosystems.
Ash Dieback
The invasion of the ash dieback pathogen Hymenoscyphus fraxineus ( Table 2) into Europe and its subsequent spatial spread to most European countries throughout the natural distribution range of native Fraxinus species can been characterized by relatively slow spread dispersal by airborne spores, coupled with some few pulsed events involving long-distance establishment via anthropogenic means within or ahead of the invasion boundary namely through-then, unknowing or naïve movement of nursery stock from commercial nurseries within or outside already-infested areas [100, 101] . Ash dieback has had variable recognizable consequences, partially driven by both the known and still unknown or unrecognized importance of the species from a forestry or nature conservations perspective. Mitchell et al. [102] suggest that the disease could have wide-ranging ecological implications particularly for obligate-associated organisms to ash and the indirect effect of the disease on nutrient cycling in woodland ecosystems. Baseline information on tree species contributions to ecosystem functions is necessary in order to determine actual short-term impacts on light penetration, nitrogen cycling, and primary production, long-term impacts involving interactions with other abiotic or biotic stress factors, and any compensatory effects of other tree species in the post-epidemic/decline phase.
Spread rates for ash dieback have been difficult to accurately track due to the lag time in reporting disease presence in various countries. However, where good records have been kept, mean spread rates have ranged between 30 and up to 75 km per year [103] . Regular monitoring of disease presence at the onset of its introduction to Norway initially gave an annual mean spread rate of 30 km, but then it increased rapidly in subsequent years averaging more than 50 km per year [104] . In Sweden, the disease was observed already in 2001 in only a few places and within just a few years, the occurrence of ash dieback was reported on trees of all age classes throughout the natural distribution range of F. excelsior in that country [105] . By 2010, ash was added to the Swedish Red-List with vulnerable status, and recently elevated to critically endangered status considered to be at high risk of extinction in the wild.
Some factors contributing to variable rates of disease spread among countries may be due to large differences in natural geographic barriers that may limit natural dispersal, the length of growing (and hence sporulation) seasons, fragmented distribution and density of the host species throughout Europe, between and within-season fluctuations in optimal climate conditions, and stratified dispersal also involving the import or transfer of diseased plants which resulted in large jumps ahead of the advancing infection front. Within the nearly 20 years since damage was first reported in Lithuania and Poland, the pathogen has spread throughout most of western and eastern Europe where native Fraxinus spp. are growing. Within this region, the large majority of native ash species (especially F. excelsior) are highly susceptible, and some non-native species planted within the zone of infestation also exhibit moderate to high susceptibility. Fortunately, a small proportion (<5%) of the natural population has shown better tolerance to the disease, which offers the potential to revitalize and restore forest and urban landscapes through breeding for resistance [53] .
Chestnut Blight
Chestnut blight caused by the fungus Cryphonectria parasitica (Table 2) is most likely the best-known example of an invasive forest disease in Europe and North America. After its first discovery, the pathogen rapidly colonized the whole geographic range of the susceptible host species in the two continents. In eastern North America, the fungus spread at a rate of more than 30 km per year throughout the approx. 800,000 km 2 of native American chestnut forests [106] . In some stands, C. dentata accounted for more than 50% of the basal area of standing trees and was the canopy forming species [107] . Within 50 years, this species was confined to the understory, with significant ecological and economic consequences [108] . This dramatic course of the epidemic was favored by the high susceptibility of American chestnut to the introduced pathogen [109] . Nevertheless, it is still not clear whether the low genetic diversity of C. dentata compared to that of the congeneric species is the result or also a cause of the species decline due to chestnut blight [110] . Recent population genetic analyses [111] showed that the initial introduction of C. parasitica into North America occurred from the main Japanese island Honshu. Later on, the fungus was also introduced from other Japanese regions, China, and Korea. Introductions into Europe occurred both from North America (into Italy) and Asia (into south-western France) [111] . Although European chestnut is slightly less susceptible to C. parasitica than the American chestnut, the spread of the pathogen on the European continent was also rapid. Thirty years after its first detection, the disease was reported in the main chestnut growing areas of Europe and to date chestnut blight is widespread throughout most of the distribution range of C. sativa [112, 113] . The presence of important geographic barriers and the sometimes scattered distribution of chestnut stands could only slow down, but not stop the spread of the pathogen. For instance, in Switzerland chestnut blight was first observed south of the Alps in 1948 [41] . About forty years later, despite the potential barrier represented by the Alps and the adoption of quarantine regulations, the disease also appeared in the scattered stands north of the Alps. The host connectivity in Europe has likely increased through several introduction events targeting different regions, which unintentionally propagated C. parasitica via infected plant material.
Due to the unexpected appearance and spread of natural hypovirulence within the C. parasitica population, however, consequences of chestnut blight in Europe were less dramatic than in North America. European chestnut stands, in spite of a high disease incidence, have survived the epidemics and are still successfully fulfilling their important ecological and cultural functions. Nevertheless, differences in the success of biocontrol by hypovirulence exist among chestnut-growing regions, which may be explained by several factors, including the diversity of the local C. parasitica population in terms of vegetative compatibility (vc) types, the subtype of the occurring hypovirus, the presence of adequate vectors, management practices, and variable environmental conditions [113, 114] .
In eastern North America, biological control has failed nearly completely due to the high vc type diversity of the local C. parasitica populations and the high susceptibility of C. dentata to the pathogen [114] . To increase the chance of establishment of the hypovirus, transgenic C. parasitica strains which transmit the hypovirus also to the sexual spores (ascospores), as well as super hypovirus donor strains, have been recently used [115, 116] . The success of these fungal strains in the field, however, still needs to be demonstrated. From the host side, blight-resistant chestnut trees have been obtained by backcrossing the resistance to C. parasitica of the Chinese chestnut into the genome of the American chestnut [117] . Recently, a chestnut tree with an increased resistance to chestnut blight was also created using a transgenic approach [118] . Table 2 .
Main characteristics of the two invasive forest pathogens causing ash dieback (Hymenoscyphus fraxineus) and chestnut blight (Cryphonectria parasitica). 
"The Way Forward"
The study of invasive species epidemiology will continue to be important in the future as new introductions associated with anthropogenic activity and novel plant-organismal interactions will inevitably continue to cause disease epidemics around the globe. Despite recent advances in our understanding of pathways for biological introductions and factors contributing to emerging invasive diseases, much remains to be learned. Here, we mention some future challenges and research priorities which are strongly related to the spread of invasive forest pathogens.
Host Diversity Threshold
As mentioned above, diversity of plant species can strongly influence the spread of invasive forest pathogens by modifying the relative abundance of host species. In particular, a high species diversity negatively affects the spread of pathogens with a limited host range or whose transmission is density dependent. Thus, we could imagine that in a forest a threshold of tree species diversity may exist, above which an invasive pathogen may not be able to become established and spread. Determining the diversity threshold of a given pathosystem toward specific invasive pathogens would be of great value for estimating the potential vulnerability of ecosystems. An eventual high vulnerability could be reduced by introducing new, possibly non-host or less susceptible, tree species. Although this approach may be difficult to apply to already existing natural forests, it could be adopted when establishing new artificial forests. As shown by studies conducted with agricultural crops (e.g., [73, 130] ), not only plant diversity but also the spatial organization of the host species may influence the spread of pathogens. Therefore, when introducing additional plant diversity, host spatial heterogeneity should also be created.
A similar 'diversity threshold' approach could also target the intraspecific genetic diversity of the host. Although it is known that a high genetic variation within a specific host represents the best insurance against pathogens, only a few studies have examined the rate of spatial spread of invasive forest pathogens as a function of the genetic diversity of the host population. In particular, almost no information is available about how much host genetic diversity is needed for the effects to be realized, specifically for the spread of a pathogen to be reduced and less susceptible host genotypes to emerge.
Spread Dynamics
Predicting the spread dynamics (e.g., when the invader will arrive at a specific location, from where it will arrive) of an invasive pathogen after its establishment in a new area is of importance for developing and applying effective management strategies. In recent years, network theory has started to be used to model the epidemiology of plant pests and diseases (e.g., [131] ). For example, Ferrari et al. [132] developed a dynamic network model for analyzing the spread of the invasive phloem-boring pest Adelges tsugae Annand (hemlock woolly adelgid) in the eastern United States. They showed that this kind of model, which allows connections to change through time, can provide valuable information about the spatio-temporal dynamics of invasion processes. Harwood et al. [31] developed a simulation model of the P. ramorum epidemic development in the UK which included information on the spatial distribution of hosts and a realistic network of plant trade. For several reasons (e.g., heterogeneity of the landscape, patchiness of host distribution, and environmental conditions; [131] ), however, network theory is still poorly applied to invasive pathogens in forest ecosystems [133] . In the future, approaches combining network analysis with landscape genetic analyses [134] , monitoring data (e.g., host distribution in the target region), and realistic network data (e.g., plant trade) should become a standard tool for predicting (and reconstructing) the spread of invasive plant diseases.
How to Slow the Spread
The eradication of invasive forest pathogens post-establishment is difficult and has been rarely achieved [135] . For example, in the case of ash dieback, photographic evidence suggests the disease likely had reached an epidemic level by the time conspicuous symptoms were formally documented and had been noticed by foresters in the mid-1990s. Therefore, slowing the spread may be a more realistic objective. A premise for such a goal to be reached is the early detection of a pathogen by optimizing the monitoring strategies (for a modeling approach, see e.g., [136] ). Once an invasive pathogen is detected, the ability to actually slow down its spread and the type of management strategy to be adopted will vary between pathogen species due to differences in their infection biology. However, any attempts to minimize the spread and impact of invasive pathogens must ideally consider all factors that influence their dispersal, population growth, or a combination of both. For example, long distance dispersal events (frequently mediated by human activity) bringing a pathogen ahead of the actual advancing front of the epidemic, even if difficult to predict, are an important determinant of spread rates. Hence, even smaller efforts aimed at minimizing long-distance dispersal can greatly reduce pathogen spread [137] . Among possible approaches to be considered, potential strategies might include optimizing pathogen detection/diagnostics and biosurveillance monitoring [138] , reducing landscape connectivity and susceptibility by adopting adequate land-use strategies (e.g., promoting increased diversity in mixed plantations instead of monocultures), or, in particular for soil borne pathogens, careful management of routine operations, recreation activities, and machinery traffic in and around known infested areas.
Evolution of Invasive Forest Pathogens
Invading populations are faced with new environmental conditions to which they have to respond rapidly [139, 140] . In the case of invasive forest pathogens, changes in the selective regime (e.g., increased selection for adapted genotypes) compared to the native range, combined with intrinsic characteristics (e.g., genetic diversity) of the invading population may influence the dynamic of an epidemic. It is easy to predict that adaptations in response to invasions will also affect the dispersal ability of a pathogen, thereby introducing uncertainty in the prediction of the rate of its range expansion. Additional uncertainty may be provided by the ability of some pathogens to overcome the so-called 'host species barrier' and infect a new host ('host jump'; [141] ), which could accelerate the spread and amplify the consequences of an invasion. Similarly, hybridization events of an established invasive pathogen with native or other similar invasive species [46] could originate new, rapidly-spreading invasive species. Unfortunately, both host jumps and hybridization events of invasive species are particularly difficult to predict. Of importance is also the fact that invading pathogen populations can also induce evolutionary changes in their host populations. For example, virulent host genotypes may select for less susceptible host genotypes. Last, but not least, the coevolution of an invasive pathogen with its new host will also be influenced by the environmental conditions.
Conclusions
Understanding the host variability as it is affected by host diversity, host connectivity, and host genetics ( Figure 1 ) will improve our ability to predict invasion success and potential consequences to local ecosystem health and services-such as carbon sequestration, nutrient cycling-on which humans rely. Quite often data related to host species characteristics under various local driver values (e.g., gradients of temperature, moisture, elevation, human activities) is either lacking altogether, is fragmented, or has emerged slowly because sampling is too local and often not adequate enough to apply across a landscape-level [2] .
Further complicating our ability to predict and manage disease epidemics is 'episodic temporal variation', where the success of a new invader only coincides with, for example, a disturbance, or major rainfall event [21] . In addition, changing land-use patterns and changes in climate can and will continue to influence the range expansion of native species affecting the spread and impact of introduced non-native species [2] . Continued efforts on the avoidance of new introductions and recognizing the human factor affecting the emergence of pests and diseases, interdisciplinary research on emerging invasive diseases, and creative strategies for the mitigation of plant disease impacts in natural and semi-natural ecosystems, is warranted [6, 142] . Author Contributions: M.C. and S.P. contributed equally to this work.
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